Long distance runners competing in events ranging from 15 to 88 km showed a distance related acute phase response as indicated by significantly raised serum C reactive protein concentrations. In trained athletes only a small rise in C reactive protein concentrations was seen after races of less than 21 km. After an 88 km ultramarathon concentrations comparable to those found in patients with small myocardial infarctions were detected. Indomethacin did not affect the increases in C reactive protein after the ultramarathon.
The acute phase response is probably induced by endotoxin and prostaglandins acting on macrophages and causing release of interleukin 1, wvhich then affects hepatic protein synthesis. Infusion of prostaglandin El in man may cause major increases in concentrations of C reactive and other acute phase proteins.', Indomethacin administered in dosages sufficient to block prostaglandin synthesis, however, did not affect the response of C reactive protein to intramuscular injection of turpentine in rabbits.'6 In our study indomethacin had no effect on the acute phase response. This suggests that prostaglandins themselves are not essential for the induction of this response.
The fall in C reactive protein concentrations during the prcmarathon rest period indicates a continuing minor acute phase response during running training. Although these fit athletes showed only small increases in concentrations after races of 21 km or less, possibly less trained individuals would show a more significant rise at shorter running distances.
In myocardial infarction there is an excellent correlation between peak C reactive protein concentration and creatine kinase MB activity.:' By contrast, no such correlation could be shown between peak creatine kinase activities and C reactive protein concentrations in individual athletes after distance running. Postrace serum creatine kinase activity in th se athletes probably reflects a combination of transmembrane leakage and muscle necrosis. The rise in C reactive protein concentration may prove to be a more accurate index of necrosis.
Introduction
The activation of complement during cardiopulmonary bypass is a subject of controversy. A reduction of complement haemo-
